normal, RAHA and latex titres negative, positive antinuclear antibody titre 1/160 (diffuse, speckled), double stranded DNA antibodies negative by the Crithidia test, an unidentified line only on testing for antibodies to the extractable nuclear antigens, but antiribosomal antibodies positive 1/80, lupus anticoagulant positive (KPPT patient=58 s, control=39 s, mix=48 s), lupus band test positive.
A diagnosis of SLE was made. On the 10th day of admission she developed a urinary tract infection and treatment was started with ampicillin. Her only other medication at this time was diclofenac. Two days later, before specific treatment of SLE was started, she developed acute abdominal pain and vomiting with epigastric tenderness. Investigations showed an amylase 3457 IU/l (normal 70-300), alkaline phosphatase 2900 IUll, and an abdominal ultrasound showing a normal biliary tree and a diffusely enlarged pancreas consistent with acute pancreatitis. Her WBC was 6-9x109/l, glucose 6-0 mmol/l, and corrected calcium 2-07 mmol/l.
She was transferred to the intensive therapy unit as there was evidence of both impending renal and respiratory failure. Her urine output remained low despite correction of the central venous pressure and the use of dopamine.
Blood gases showed hypoxia and hypocapnia. Chest x ray showed widespread patchy shadowing, while the pulmonary capillary wedge pressure was normal. It was therefore assumed that she had adult respiratory distress syndrome (ARDS), and she was electively ventilated.
Despite maximum supportive therapy over the next 48 hours the acute pancreatitis remained severe as shown by the low serum corrected calcium of about 1-4 mmol/l, persistent metabolic acidosis, and gradually rising urea and creatinine.
It was assumed that the acute pancreatitis was secondary to the SLE. She was therefore given intense immunosuppression with 1 g cyclophosphamide and 1 g methylprednisolone intravenously daily for two consecutive days. This made little difference to her clinical status and there was further deterioration in both respiratory and renal function. Six days after the onset of acute pancreatitis she died from a cardiorespiratory arrest.
A postmortem examination showed acute pancreatitis but with no evidence of vasculitis affecting the pancreas. Histology of lung tissue showed widespread haemorrhage in the alveolar spaces with numerous fungal hyphae. There was also evidence of fungal infiltration into both kidneys.
Discussion
Acute pancreatitis in SLE is uncommon. The association was first described by Reifenstein in 1939 
